whereas the response to exogenous noradrenaline is unafthis issue.
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coronary vasculature. The increase in coronary vascular renaline release was prevented by a selective adenosine A 1 resistance evoked by sympathetic nerve stimulation is receptor antagonist but not by adenosine A or A receptor normoxic hearts. An important finding is that the suppresthereby reducing myocardial ischaemia. On the other hand, sion of noradrenaline release by the adenosine receptor sympathetic activation may be protective during periods agonist R-PIA persisted at least 5 min after removal of the with restricted coronary flow by redistributing blood flow agonist. This finding supports the notion of adenosine from the subepicardium to the subendocardium [14] . being the mediator of neuronal stunning which is charNeuronal stunning would thereby inhibit this favourable acterized by a long duration. For comparison, the supprestransmural distribution of blood flow. Furthermore, neurosion of noradrenaline release evoked by pre-junctional nal stunning affecting both sympathetic and vagal nerves a -adrenoceptors did not persist following withdrawal of may produce regional autonomic imbalance which could 2 the a -adrenoceptor agonist. Moreover, blockade of apredispose to ventricular tachyarrhythmias. Finally, neuro-2 2 adrenoceptors did not affect the post-ischaemic suppresnal stunning of cardiac afferent nerves may reduce pain sion of noradrenaline release, which indicates that noradperception which will contribute to silent myocardial renaline acting on pre-junctional a -adrenoceptors is unischaemia. Neuronal stunning may thus be of importance 2 likely to be a mediator of neuronal stunning. Taken for the functional consequences of reversible myocardial together, this study clearly suggests that neuronal stunning ischaemia. Studies like the one by Burgdorf et al. [11] is mediated by adenosine formed during the ischaemic which increase our understanding of the mechanism behind period and that it acts by stimulating pre-junctional neuronal stunning are therefore important in order to adenosine A receptors which results in prolonged reducevaluate the consequences of neuronal stunning and to 1 tion of exocytotic noradrenaline release. develop tools to prevent its potential negative effects. A limitation of the study by Burgdorf et al. [11] is that the release of noradrenaline was not related to any References functional responses. It is therefore not known how the suppressed release of noradrenaline affected nerve-me- by sympathetic nerve stimulation [12] . The conclusion from that study was that more than one adenosine receptor the rat heart and in the dog. In addition, the release of 1509.
noradrenaline was not determined in the study of Abe et al.
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